Compared with the control group, the quantity of MDA was increased and the activities of SOD and GSH-Px were decreased in diabetic group (P<0.05) while GSPE could reverse the changes of MDA, SOD and GSH-Px. Conclusions: GSPE could ameliorate diabetic bladder dysfunction which may be associated with its antioxidant activities. Background: To investigate the role of TRPV1 in the pathological process of DO induced by partial bladder outlet obstruction (pBOO). Methods: In 40 female Wistar rats, pBOO was achieved by partial urethral ligation and urodynamic analysis was taken to filter the DO rats six weeks later. Urinary bladder and dorsal root ganglia (DRG) were removed and RT-PCR, Western Blot and IHC were performed to investigate the expression and location of TRPV1 in control and DO rats. Effect of different concentrations of TRPV1 agonist, as well as TRPV1 antagonist, was also evaluated with isolated detrusor strips. Results: Forty female Wistar rats received pBOO surgery and 24 of them developed DO. Expression of TRPV1 mRNA and protein in urinary bladder and dorsal root ganglia (DRG) significantly increased in pBOO induced OAB rats. While that did not significantly change after de-urothelial treatment both in OAB and control rats. Immunohistochemistry observed linear TRPV1-reactive staining mainly in suburothlial and muscular layer. In isolated detrusor strips studies, the amplitude and frequency of contractions of DO tissues were significantly higher than that of control ones (P<0.05). Capsaicin significantly increased the amplitude but not frequency of detrusor intrinsic contractility and this effect was enhanced in OAB conditions. All changes induced by capsaicin were blocked by capsazepine pre-incubated. Conclusions: In pBOO induced DO rats, over-expressed TRPV1 was involved in DO pathological process by directly sensitizing bladder afferent fibers or indirectly enhancing detrusor intrinsic properties. Background: To study the impact of µ, κ, and δ opioid receptors on tibial inhibition of bladder overactivity in cats Methods: In α-chloralose anesthetized cats we examined the role of opioid receptor (OR) subtypes (µ, κ, and δ) intibialnerve stimulation (TNS) induced inhibition of bladder overactivity elicited by intravesical infusion of
Background:
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Background: Oxidative stress is a causal factor and key promoter of urolithiasis associated with renal tubular epithelium cell injury. The present study was designed to investigate the preventive effects of metformin on renal tubular cell injury induced by oxalate and stone formation in a hyperoxaluric rat model. Methods: MTT assays were carried out to determine the protection of metformin in MDCK cells from oxalateinduced cytotoxicity. The intracellular superoxide dismutase (SOD) activities and malondialdehyde (MDA) levels were measured to investigate the antioxidant effect of metformin. We divided male Sprague-Dawley rats into a control group, a 0.75% ethylene glycol (EG) group and a 0.75% ethylene glycol plus 200 mg/kg/day metformin group. Blood and 24-hour urine samples, and kidney sections were collected at the end of 8-week treatment. Oxidative stress was evaluated with SOD activities and MDA levels in renal tissues. Crystal formations were examined using hematoxylin and eosin (HE) staining and polarized light optical microscopy. Results: Co-exposure to metformin significantly inhibited the decrease of the viability in MDCK cells induced by oxalate. Besides, metformin markly prevented the increased concentration of MDA and the decreased tendency of SOD in oxalate-induced MDCK cells. In vivo, the increased MDA levels and the reduction of SOD activity were detected in EG-induced group compared with controls, while these parameters reversed significantly in the rats co-treated with EG and metformin. Kidney crystal formation in EG plus metformin group was decreased significantly compared with that in EG group. Conclusions: Metformin suppressed urinary crystal deposit formation through renal tubular cell protection and antioxidative effects. 
